A 28-year-old primigravida woman, who was diagnosed with preeclampsia and managed with calcium channel blockers during the pregnancy for control of hypertension, was referred to the cardiologist 2 weeks after the pregnancy for management of accelerated hypertension. Preeclampsia diagnosis is substantiated by detecting hypertension in the 20th week of pregnancy, pedal edema, proteinuria, and liver enzyme abnormalities. A subsequent evaluation found that the patient had shrunken kidney, perhaps due to chronic pyelonephritis. Physicians always have to keep in mind to detect the secondary cause of hypertension in a pregnant woman.
Introduction
Preeclampsia is defined as detection of systematic detection of hypertension (HTN) (blood pressure [BP] > 140/90 mm Hg) on or after the 20th week of pregnancy with evidence of damage to the other organ systems. This pregnancy disorder is mainly associated with primigravida. There are genetic studies being performed to predict which women are likely to develop preeclampsia. 1, 2 We have to always find out the cause of HTN at whatever stage of the patient we see, and then we label them as essential HTN. Here, we report a case mimicking preeclampsia but turning out to be a chronic HTN-complicated pregnancy.
Case Description
A 28-year-old woman came to cardiology OP for evaluation of uncontrolled systemic hypertension (HTN). HTN was detected in the fifth month of pregnancy. She was a primi with maximum recorded BP 210/120 mm Hg. She was evaluated further at that time by a gynecologist. She had proteinuria with a range of 1.2 g/day, normal platelet count, and normal liver enzymes during pregnancy. The patient continued to take nifedipine (long acting) 20 mg twice a day for control of HTN. At 36 weeks of pregnancy after confirmation of maturity of the fetus, a cesarean section was done by the attending obstetrician. The surgical procedure was uneventful.
Birth weight of the child was 2.5 kg with normal APGAR score. However, the mother's BP continued to rise after surgery, which increased up to 220/140 mm Hg despite drug therapy. Then the patient was referred to a cardiologist for further management, 15 days after delivery.
There was no history of convulsions, altered sensorium, and bleeding diathesis during pregnancy. The patient's BP was not tested before pregnancy. High BP (140/90 mm Hg) was detected for the first time in the fifth month of pregnancy during antenatal checkups, which gradually increased to 220/120 mm Hg with pedal edema and dyspnea of class II. The patient was hospitalized for control of HTN and evaluated for preeclampsia, but there was no mention about ultrasound of the abdomen. Subsequently, with nifedipine, HTN crisis was controlled. The patient continued to have mild HTN throughout pregnancy (130/90 mm Hg) with drugs. Cesarean section was done uneventfully without any HTN surge during or immediately after delivery.
There was an increase in systolic and diastolic BP without any signs and symptoms of pulmonary edema 15 days after delivery. We further evaluated the secondary causes of HTN. The patient was mildly anemic on examination. There was no cyanosis and respiratory distress. BP recording in all four limbs were as follows: right upper limb, 180/120 mm Hg; left lower limb, 190/130; right lower limb, 180/110; and left lower limb, 190/110.
Clinically, there was no evidence of coarctation of the aorta, renal bruit, or signs suggestive of systemic manifestations of collagen vascular disease. There was mild pitting pedal edema with a normal jugular venous pulse. Laboratory investigations showed hypoproteinemia, proteinuria, lower level of normal platelet count, mild anemia abnormal liver function tests, and increased erythrocyte sedimentation rate (ESR) (►Table 1).
Electrocardiogram showed left ventricular hypertrophy (LVH) without strain (►Fig. 1). Echo showed concentric LVH, confirming the long-standing HTN.
Ultrasound of the abdomen showed 9 × 6 cm of the right and 4 × 3 cm of the left kidneys. Other organs in the abdomen were normal. The echotexture and flows were normal in the right kidney. There was an increase in echotexture with loss of corticomedullary junction of the left kidney, which was suggestive of sequelae of chronic pyelonephritis (►Fig. 2).
Secondary HTN due to renal parenchymal disease was diagnosed, and the patient started on prazosin, metoprolol, and chlorthalidone along with amlodipine. Now the patient is asymptomatic with BP of 130/80 mm Hg.
Discussion
The early diagnosis and management of preeclampsia or eclampsia in a pregnant woman are very important as it is a high-risk factor for both the mother and fetus. [3] [4] [5] Most frequently the preeclampsia diagnosis is done when the BP is checked during antenatal checkups. However, it depends on how early the BP recording will be done, that is, when the woman comes for confirmation of the pregnancy for the first time, that is, 10 days after the missed period or in the next antenatal visits. Ideally, at every visit, it is better to check the BP.
In this case, first-time HTN was detected at the fifth month of pregnancy, and the patient had to pedal with proteinuria, and at that time the gynecologist was certain about the preeclampsia diagnosis. Fortunately, there were no complications of eclampsia during pregnancy. HTN was also controlled quickly and effectively with nifedipine during pregnancy and cesarean section. Problem with uncontrolled HTN started nearly 15 days after delivery, which was actually due to HTN secondary renal parenchymal disease. In this case, the main discussion is whether the patient had underlined HTN detected during pregnancy or whether she suffered in addition from preeclampsia. It was unlikely that the patient had only preeclampsia as the actual phase of accelerated hypertension occurred 2 weeks after delivery, but according to Al-Safi et al, the hypertensive phase main continues in the post-delivery also for few weeks. 6 The odd point, in this case, is accelerated phase occurred after delivery but not during pregnancy. Even though we think that an expansion of blood volume may have contributed to accelerated phase, but we expect that it occurs around peripartum time rather than 2 weeks later.
If it were only hypertensive heart disease and was detected during pregnancy as BP recording was done only during pregnancy, we expect accelerated HTN is more likely to occur during pregnancy as blood volume expansion is added and in the peripartum period. However, the patient did not have accelerated HTN during pregnancy but only 2 weeks later. Investigations are in favor for chronic renal parenchymal disease leading to secondary hypertension. In this case, further evaluation such as magnetic resonance angiography (MRA) assessment of renal artery stenosis, if the patient permits, is also required. Even though the renal artery stenosis with sunken kidney may not be relevant for management view, but it is better to assess the other kidney for renal artery stenosis.
The patient had significant proteinuria that may be due to hyperperfusion-induced focal segmental disease of the right kidney. Therefore, it is better to wait for a few more weeks and reassess the degree of proteinuria before planning for the biopsy and other causes of proteinuria to evaluate. Actually, a sunken kidney is contraindication to the renal biopsy now.
Another controversy is about when to perform the delivery in these types of patient. Churchill et al have done six articles' review on interventionist versus expectant care for severe preeclampsia between 24 and 34 weeks' gestation and concluded that expected mode of delivery has less morbidity to the fetus. 7 In our case, cesarean section was done after checking the maturity of the fetus.
Abalos et al done the review on the drug therapy of mild to moderate HTN during pregnancy and found calcium channel blockers and β-blockers to be useful. 8 They also found that control of mild to moderate HTN may prevent severe HTN development like in our case in which HTN was under control until the delivery. The gynecologist treated this patient only with nifedipine without β-blockers (which may cause low birth weight to the baby).
Prenatal exercise is currently recommended to prevent complication of gestational HTN or diabetes. 9 Shear wave velocity is calculated noninvasively by ultrasound to see the placental elasticity, which is useful in dividing the cases into high or low risk for preeclampsia. 10, 11 Aspirin is recommended for pregnancies with high risk for preeclampsia. 12 Townsend et al in their reviews suggested that prospective, well-designed studies of predictive markers, preferably in randomized intervention studies and combined through IPD (individual patient data) meta-analyses, are required to develop and validate new prediction models to facilitate the prediction of preeclampsia and minimize further research waste in this field. 13 
Conclusion
In case of renal artery stenosis, it is always better to record BP at every visit of antenatal period along with when the patient comes for the planning for pregnancy itself. As in this case whether it is chronic hypertensive disease-complicated pregnancy or really superimposition of preeclampsia can be detected by regular BP checkups. It is advisable to follow preeclamptic patients after delivery until BP normalizes. This is important not only to diagnose other causes of HTN but also to prevent long-term complications of the preeclampsia.
